Pulmonary sarcoidosis and hypersensitivity pneumonitis are two disease entities that may have similar clinical, laboratory, and pathological features. A low index of suspicion for hypersensitivity pneumonitis combined with the overlapping features contribute to the difficulty of distinguishing the two diseases. Indeed, two case series suggest that four of 51 and two of 46 subjects originally diagnosed as having sarcoidosis showed clinical and histological characteristics more consistent with hypersensitivity pneumonitis.1 2 Because early recognition of hypersensitivity pneumonitis can lead to complete reversal of disease in many cases, it is important to make this diagnosis as early as possible. We present a case that was most likely misdiagnosed and resulted in continued workplace exposure, considerable morbidity, and unwarranted discharge from employment due to a probable work related illness.
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Case report SM is a 30 year old black man who worked as a spraypainter. He had been denied workers' compensation for a case based on an alleged occupational aetiology for "pulmonary sarcoidosis". He was referred to a private occupational health centre by an attorney requesting advice as to whether the case should be pursued in civil court. This previously healthy patient had been employed as a spraypainter in a company producing plastic and metal parts, beginning in 1979 at the age of 18. His job entailed mixing a solvent, a paint, and a catalyst containing toluene diisocyanate in a bucket. This then was poured into a quart size spray tank. Clean shaven, he donned a rubber respirator fitted with a dual cartridge and sprayed small plastic and metal parts. He stated that on many occasions he coughed out paint pig-ment, despite the use of the respirator. In 1984 he began to experience episodes of acute dyspnoea while spraypainting, causing him to remove the respirator and leave the 12 foot x 12 foot plastic sheeting enclosed area to run outside for fresh air. He noted a choking sensation and chest tightness that recurred every time he painted and then subsided, only to recur several hours after leaving work. Initially, the symptoms completely resolved during weekends, but after several weeks he experienced symptoms all the time. A pulmonary function test at that time reportedly showed moderate restrictive lung disease with a decreased diffusing capacity. A chest radiograph showed interstitial infiltrates and bilateral hilar adenopathy. The patient was admitted to hospital in 1985 for a transbronchial biopsy, which showed "a few noncaseating granulomata associated with moderate fibrosis suggestive of sarcoidosis". Fungal and mycobacterial stains were negative. A gallium scan showed increased uptake in the bilateral hilar regions with a patchy increase in uptake in both lungs, especially in the upper lobes. The patient was restricted from spraypainting by his physician and was consequently laid off by the company in January of 1986. The patient was prescribed oral prednisone in 1985 and continued to take it until December 1988.
A second review of the transbronchial biopsy (by JA) revealed well formed, non-caseating, interstitial granulomata with no histological features that favoured sarcoidosis over hypersensitivity pneumonitis (figure). Quantitative electron probe microanalysis of the lung tissue using standardised methods3 showed a total concentration of 118 x 106 exogenous particles/ml tissue, comprised of silica (3 x 106), aluminium silicates (28 x 106), and metal particles (68-5 x 106). Further analysis of the specific elements in the metal particles showed iron (37-4 x 106), titanium (34-2 x 106, aluminium (9-3 x 106), Zinc (6-2 x 106), barium (3-1 x 106), and Zirconium (3-1 x 106).
Comparison of these results with similar analyses in over 400 cases comprising a pneumoconiosis database4 confirmed that the total particulate concentration was above background (usually less than 10 x 106 particles/ml lung in the population with- 
